the hosts ability to develop a cellular immune reaction. Since vear-old u n t r e a t e d bov w i t h severe combined immunodeficiencv LP and lvm~hokine release usuallv occur simultaneouslv and lvm-~SCID).
incapable o f a s p e c i f i c antibody response t o e i t h e r n a t u r a l substances o r administered antigens. Ficoll-Hypaque-isolated p e r i p h e r a l blood mononuclear c e l l s (MNL) from t h e p a t i e n t f a i l e d t o respond t o pokeweed mitogen (PWM) w i t h t h e normal increment i n immunoglobulin-secreting c e l l s (Ig-SC), as measured by a reverse hemolytic plaque assay. Since t h e p a t i e n t was lymphopenic, h i s MNL were r e l a t i v e l y enriched f o r monocytes (range = 5 1 4 1 % ) . Removal o f phagocytic c e l l s o r t h e a d d i t i o n o f u n r e l a t e d i r r a d i a t e d helper T lymphocytes r e s u l t e d i n enhanced, b u t s t i l l suboptimal response t o PWM, suggesting some i n t r i n s i c defect i n B lymphocyte f u n c t i o n . Co-culture o f p a t i e n t MNL w i t h normal MNL r e s u l t e d i n marked suppression (12% o f p r e d i c t e d ) o f PWM-induced Ig-SC. Suppressor a c t i v i t y was u n a f f e c t e d by p r i o r i r r a d i a t i o n o f p a t i e n t MNL, b u t was s u b s t a n t i a l l y reversed (99% o f p r e d i c t e d ) by removal o f h i s phagocytic c e l l s ; whereas t h e combination o f t h e two procedures f u r t h e r reversed suppression (184% o f pred i c t e d ) . The p a t i e n t ' s MNL c o n s i s t e n t l y demonstrated subnormal percentages o f T3+ and T4+ c e l l s and subnormal t o low normal percentages o f T8+ c e l l s . These data suggest both an i n t r i n s i c d e f e c t i n B lymphocyte f u n c t i o n , and a r e l a t i v e excess o f monoc y t e s which could f u r t h e r i n h i b i t I g s e c r e t i o n by B lymphocytes. Natural k i l l e r c e l l f u n c t i o n was severely depressed. 
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K.Miller, R.Sorensen. C.W.R.U., Department of Peds., Cleveland, Ohio. Perinatal factors influencing diff of cord blood B lymphocytes into immunoglobulin secreting plasma cells was studied in 126 neonates with gestational ages(GA) from 20-44 wks. A plaque forming cell assay measured background B cell diff and diff in response to pokeweed mitogen(PWM)plus hydrocortisone(HC). 8 infants had a GA less than 27.9 wks, 24 had GA's 28-32.9 wks, 30 had GA's 33-37.9 wks, 51 had GA's 38-41.9 wks and 13 had GA's above 42wks. The meanfSD GA was 36t5wks and B.Wt. 24001980gm. The mean+SD background plaque formation was 981253 and in response to PWM+HC was 7505?11874/106 cord blood mononuclear cells. B cell diff was observed in some neonates in all GA groups. The magnitude of & vitro neonatal B cell diff undergoes a continuous and signiEicant(pc.002)reduction as GA increases. The influence of intrauterine nutritional deprivation(1UGR)on B lymphocyte diff was studied, and compared to GA matched controls with a normal intrauterine nutritional status. IUGR was not associated with a decrease in B cell responsiveness. Cesarean section and low one minute Apgar scores were associated with a significantly(p<.05)increased B lymphocyte diff. Although prolonged rupture of maternal amniotic membranes(PR0M)was not singularly related to a significant increase in B cell diff, the combination of PROM and low Apgar scores(stress)was associated with a more significant increase(p<.003)than either factor alone. Thus, short term neonatal stress such as the combination of PROM and low Apgar scores has as much influence on neonatal B cell function as GA.
, .
phokines enhance phagocytosis, LP suggests resistance to infection. To determine the influence of delivery on LP, we measured LP in vitro in 175 vaginally(vag) and 65 Cesarean section(CS)delivered neonates. L P /~O~ cord blood mononuclear cells was measured with a whole blood assay measuring tritiated thymidine incorporation(cpm). LP was significantly(p<.OZ)greater in neonates delivered by CS than in those delivered vag, and was more significantly increased in neonates delivered to mothers with no labor (cervical dilatation and/or effacement with uterine contractions) preceding delivery. This difference was nor related to maternal anesthesia or perinatal stress (Apgar scores 61).
Labor (n=175 Graves' disease is thought to be related to a defect in certain suppressor T-lymphocytes. It was of interest to discover Graves' disease in a 16 year old male with the DiGeorge syndrome. T-cell dysfunction had been documented in infancy by Kretschner, et. a1 (N. Engl. J . Med. 279:1295 , 1968 . Hyperthyroidism was documented and autoantibodies to thyroid microsomes were detected at age 13 years. Propylthiouracil treatment was begun. T-cell surface markers detected by monoclonal antibodies measured at age 14 years revealed OKTq, 34% and OKT8, 32%. After three years of antithyroid treatment, his immune status was reassessed; the number of circulating T cells (E-rosettes, 57%) and 3~-thymidine incorporation following exposure to phytohemagglutinin (stimulation index (SI), 46:l) or candida (SI, 94:l) were normal.
Although T-cell function now appears to be normal it is likely that defective thymic embryogenesis in the DiGeorge syndrome resulted in inadequate T suppressor cell development and allowed for the occurrence of Graves' disease. We propose that as more patients with congenital T cell defects survive, an increased frequency of a u t o h u n e disorders, particularly those affecting the endocrine system, will be observed. ~h d s e r e s u l t s suggest a' very strong genetic and maternal i n f l u e n c e on serum IgE l e v e l s . The r value f o r twins < 15 y l o was 0.2563,P=0.0179 w h i l e f o r o l d e r twins i t was 0.4771,P=0.0001 suggesting t h a t environmental f a c t o r s a r e more important e a r l y i n l i f e and genetic f a c t o r s predominate adulthood.
EVALUATION OF SERUM IGE LEVELS I N TWINS AND THEIR
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